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Effect of interferons and poly { I ) : poly (C) on the pathogenesis of 

the diabetogenic variant of encephalomyocarditis virus in different mouse 

strains 
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Interferon ( I FN) can either prevent or exacerbate the 

pathogenic effects of the diabetogenic variant of encephalomyocarditis 
(EMC-D) virus. The effect seen is dependent upon the mouse strain and 

time of I FN administration. Studies were initiated to investigate the 
role of the I FN system in the pathogenesis of this virus infection. Here 
IFNs or poly ( I ) : poly (C) were administered to several mouse strains at 24 

before or 4 days after infection with EMC-D virus. The results of such 

treatment ranged from complete protection of the animals from the 

diabetogenic effects of the virus to exacerbation of the infection as 

reflected by the virus content in selected organs. The effect was 

dependent upon the mouse strain, the type of I FN, and the time of its 

administration in relation to virus infection. 
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I Toxicity studies of human fibroblast interferon 
beta (I). Acute and subacute toxicity studies in 
mice and rats 
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.B In an acute toxicity study, i.v. or oral 

administration of 1 .times. 107 - 2,5 .times. 108 IU and i.m. 
administration of 1 .times. 107 - 5 .times. 107 IU of human 
interferon .beta. (MR 21)/kg caused no death, 

apparent symptoms, body wt. change or abnormal autopsy findings in 
mice and rats. I.v., i.m., and oral LD50 values of MR-21 
in mice and rats were >2.5 .times. 108, >5 .times. 107, and >2.5 
.times. 108 IU/kg, resp. In a subacute toxicity study, 
MR-21 administered i.v. to rats for 13 wk at 1 .times. 107 - 3 
.times. 105 IU/kg/day caused no death or any symptoms attributable 
to the administration of MR-21. The no-effect dose level of MR-21 
was estd. to be 3 .times. 105 IU/kg/day under the conditions of this 
s t udy . 
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Interferon-alpha bei Condylomata acuminata und juvenilem 
Diabetes mellitus. 
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AB Persistent condylomata acuminata in a 21-year-old patient with 
diabetes mellitus were treated with highly purified 
interferon-alpha (IFN-alpha) obtained by recombinant DNA 

technology. Daily dose was 1.5 X 10(6) IU, given subcutaneously . Already 
during treatment the condylomata regressed. Two weeks after the end of 
therapy, i.e. after a total dose of 10.5 X 10(6) IU IFN-alpha, all 
condylomata had completely receded. Blood glucose levels remained 
constant 

with concomitant insulin therapy. Toxic side-effects or antibodies to 
IFN-alpha were not observed. 
CT Check Tags: Case Report; Comparative Study; 
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TI Antibodies to —alpha*** —interferon*** in a patient 
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AB I FN is normally not demonstrable in the serum and other body fluids 
in the absence of an inducing stimulus, such as virus infection- 
however, I FN was found at high frequency in the sera of patients 
Vox ^ aUt0 i^ U u e dlseases including systemic lupus erythromatosus 
(SLE), ***rheumatoid*** ***arthritis*** , and Sjogren's 

syndrome. In this report we describe the identification of 
antibodies to IFN-. alpha, (leukocyte I FN) present at a very high 
titer in the serum of an SLE patient. 
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A method of preventing or treating an autoimmune disease in a mammal 
comprises administering at least one subtype of alpha- or 
***beta*** - ***interferon*** or a hybrid or analogue of either 
or a mixt. Also claimed are: 

(1) a method treating an asymptomatic preclinical autoimmune state 
in a mammal, which comprises administering a single subtype of 
alpha- or ***beta*** - ***interferon*** or a hybrid or 
analogue of either or a mixt.; (1) a method inhibiting rejection of 
transplanted islet cells or a pancreas in a mammal having 
transplanted islet cells or pancreas, comprising administering a 
single subtype of alpha- or ***beta*** - ***interf eron*** or a 
hybrid or analogue or a mixt. 

USE - The method can be used for treating or preventing autoimmune 
disorders such as type I ***diabetes*** ***mellitus*** 
***rheumatoid*** ***arthritis*** , systemic lupus 

erythematosus, scleroderma, sjogrens syndrome, mixed connective 
tissue disease, ankylosis spondylitis, Reiter's syndrome, psoriatic 
arthritis, hypersensitivity vasculitis, ulcerative colitis, 
cirrhosis, autoimmune uveitis, myasthenia gravis, Buerger's disease, 
■. Kawasaki's disease, systemic necrotising vasculitis, regional 
enteritis and hypoparathyroidism. 

The interferon can be administered at a dose of e.g. 1x105 units to 

75x106 units, e.g. orally. 

Dwg.0/2 
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.B In an acute toxicity study, i.v. or oral 

administration of 1 .times. 107 - 2.5 .times, 108 TU and i .m. 
administration of 1 .times. 107 - 5 .times. 107 IU of human 
interferon .beta. (MR 21)/kg caused no death, 

apparent symptoms, body wt . change or abnormal autopsy findings in 

ihice and rats. I.v., i.m., and oral LD50 values of MR-21 

in mice and rats were >2.5 .times. 108, >5 .times. 107, and >2.5 

.times. 108 IU/kg, resp. In a subacute toxicity study, 

MR-21 administered i.v. to rats for 13 wk at 1 .times. 107 - 3 

.times. 105 IU/kg/day caused no death or any symptoms attributable 

to the administration of MR-21. The no-effect dose level of MR-21 

was estd. to be 3 .times. 105 IU/kg/day under the conditions of this 

study. 



